T cell-independent cellular pathways of rheumatoid joint destruction.
An appreciation of the role of T cell-independent pathways in the pathogenesis of rheumatoid arthritis (RA) has led to significant advances. New approaches have included the identification of novel cytokines and growth factors and characterization of the recently defined chemokines. Greater insight has been achieved with regard to prostaglandin pathways and the role of the synovial matrix and vasculature. The synovial matrix contributes to cell regulation in RA to a greater extent than previously believed, and the vasculature of the synovium must now be regarded as an active participant in the regulation of cell growth. The most exciting development, however, is the recognition of the involvement of oncogenes and apoptosis pathways in the dysregulation of the synovial cell cycle, which presumably causes the continuous synovial growth that is characteristic of RA.